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FIG. 1. Micrograph: discrete trophozoites of Entamoeba histotylica in the inflamed muscularis propria. Hematoxylin and eosin, x220. Insel,
amebas. diastase-periodic acid-Schiff, x550.
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The Cystic Duct Remnant: An Unusual Case of a Biliary
Intraluminal Filling Defect
To the Editor: Patients with recurrent biliary colic
after cholecystectomy require evaluation to exclude
choledocholithiasis. Endoscopic retrograde choiangi-
ography (ERC) is the recommended examination be-
cause it provides a diagnostic cholangiogram and per-
mits a therapeutic sphincterotomy to be performed, if
indicated. The challenge to the cholangiographer is to
distinguish common bile duct stones from other biliary
intraluminal filling defects. We report a case of an
intraluminal bile duct filling defect caused by an in-
verted cystic duct remnant found during ERC for cho-
ledocholithiasis.
CASE REPORT
At the time of admission, V.D. was a 59-yr-old
woman with a 6-month history of sharp, episodic right
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Upper quadrant pain. There was no history of jaundice,
emesis, alcohol intake, trauma, or fevers. She had been
hospitalized with biliary pancreatitis in 1979, at which
time she underwent an elective cholecystectomy. The
gallbladder was thickened and found to contain multi-
ple stones. A 2-cm choledochotomy incision was made
at the site of the cystic duct for common bile duct
exploration and T-tube placement. The common bile
duct was irrigated clean, and a subsequent T-tube cho-
tangiogram showed no stones.
The patient has had an appendectomy, total abdom-
inal hysterectomy, and right modified radical mastec-
tomy for an intraductal breast carcinoma. She has type
11 diabetes mellitus and hypertension.
Physical examination revealed an obese female with
normal vital signs. The general examination was unre-
markable. The abdomen was obese and bowel sounds
were present. There was mild tenderness in the epigas-
trium to deep palpation. Hepatospienomegaly was ab-
sent.
Laboratory studies revealed a white blood cell count
of 12,400 (61% polys, 20% bands, 16% lymphs, 2%
monos, 1 % eos), hemoglobin 14.4 g, hematocrit 42.7%,
glucose 213 mg/dl, AST 84 IU/L, ALT 88 IU/L, LDH
224 IU/L, alkaline phosphatase 113 IU/L, bilirubin 1.7
mg/d! and amylase 59 IU/L. Coagulation parameters
and other chemistries were normal.
A right upper quadrant abdominal ultrasound
showed a dilated common bile duct with no stones
appreciated. An ERC was obtained (Fig. 1). The com-
mon hepatic duct and common bile duct were dilated
to approximately 2 cm. There were two stones in the
distal common bile duct. A 1-cm fixed intraluminal
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FIG. I. Endoscopic retrograde cholangiogram demonstrating a
discrete filling defect at the location ofthe cystic duct remnant. Biliary
dilatation is evident, and two stones are visible in the distal common
bile duct.
filling defect was seen in the bile duct at the site ofthe
cystic duct remnant. A L2-cm sphincterotomy cut was
made without difficulty. A repeat ERC 2 wk later
demonstrated interval disappearance of both stones,
but persistence of the fixed intraluminal filling defect.
The defect was pliable and easy to manipulate with the
endoscopic cannula. The area was directly brushed and
bile aspirated for cytology. No malignant cells were
seen. Six months later, a third ERC was performed.
The luminal filling defect was unchanged and direct
brushings again revealed no evidence of malignancy.
Presently, the patient feels well and liver tests are nor-
mal.
DISCUSSION
The persistent fixed filling defect located in the prox-
imal common bile duct is likely an inverted cystic duct
remnant. To our knowledge, this finding has not been
previously reported on ERC (1, 2). Intraluminal bile
duct filling defects are typically due to neoplasm or
retained stones. Primary biliary carcinomas are rare,
and benign neoplasms ofthe extrahepatic bile ducts are
even more unusual. It is unlikely that this lesion is a
primary carcinoma, because it remained unchanged
after 6 months, and direct brushing on both occasions
showed no evidence of neoplastic cells. It is also unlikely
that it is a benign neoplasm since it lacked the pedun-
culated circumscribed appearance of an adenoma or
papilloma. There were two mobile filling defects rep-
resenting stones at the time of ERC which disappeared
after sphincterotomy, raising the possibility that this
lesion is an adherent stone. However, the soft deform-
able quality of the lesion during direct brushing was
unlike that of an adherent common bile duct stone.
The filling defect is located at the cystic duct site.
Lesions that may cause filling defects in this region
include a "reformed gallbladder," a cystic duct remnant
calculus, and a cystic duct remnant neuroma (3). The
T-tube cholangiogram (not shown) demonstrating the
presence of the filling defect immediately after the
original cholecystectomy argues against these possibili-
ties. Of note, the barium enema appearance of an
inverted appendiceal stump, somewhat analogous to an
inverted cystic duct stump, resembles the bile duct
filling defect in this patient (4).
One may also speculate that an inverted cystic duct
remnant may predispose to choledocholithiasis. Other
luminal lesions, such as bile duct carcinoma and, to a
lesser extent, benign neoplasms, are associated with
common duct stones (5). An intraluminal defect may
attract bits of foreign matter that act as a nidus for
stone formation (6). Subtle changes in bile flow may
cause local stasis and subsequent stone formation. An
association has been found between cholangiographic
angulation ofthe common bile duct and choledocho-
lithiasis, perhaps related to this phenomenon (7). The
association between the fixed filling defect and the
common bile duct stones found in this patient is spec-
ulative. In any case, we believe that the umbilicated
appearance of this intraluminal bile duct lesion is most
consistent with an inverted cystic duct stump, and that
recognition of this lesion is important because it may
be mistaken for other biliary tract pathology.
Jeffrey L. Barnett, M.D.
James M. Scheiman. M.D.
Grace H. Elta. M.D.




1. Stewart ET, Vennes JA. Gecnan JE. Atlas of endoscopic retro-
grade cholangiopancreatography. St Louis: CV Mosby. 1977.
2. Hatfield DM. Wise RE. Radiology of the gallbladder and bile
• r i i — r a-r M
October 1988
ducts. Baltimore: Williams & Wilkins, 1976:236-8.
3. Roth JLA. Postcholecystectomy syndrome. In: Berk JE. ed.
Bockus gastroenterology, 4th ed, Philadelphia: W. B. Saunders,
1985:3815-33.
4. Long JA. The appendix. In: Dreyfus JR. Janower ML. eds.
Radiology of the colon. Baltimore: Williams & Wilkins,
1980:491.
5. OrlolT MJ. Marassi NP. Tumors of ihe extrahepatic bile ducts.
In: Berk JC. cd. Bockus gastroenierology. 4th cd. Philadelphia:
W. B. Saunders. 1985:3771-81.
6. Fink DL. Budd DC. Chronic suture material as a nidus for
common duct stone formation. Int Surg 1983:68:151-2.
7. Warren BL, Association between cholangiographic angulation of
the common bile duct and choledocholithiasis. S Air J Surg
1987:25:13-5.
Pseudotumor of the Lateral Duodenal Wall
To the Editor: Intramural lesions ofthe lateral wall
of the duodenum almost always represent neoplastic
growths. Inflammatory masses, on the other hand, are
rare, and are usually related to benign diseases of the
pancreas. When they occur, however, they must be
differentiated from true neoplasms, since errors in judg-
ment may result in inappropriate treatment.
An accurate tissue diagnosis revealed the true nature
ofthe lesion in our patient and was the basis of appro-
priate surgical treatment.
CASE REPORT
A 46-yr-old black male with chronic alcoholism was
hospitalized for mid-epigastric pain and intermittent
vomiting of several months' duration. He had noted a
14-kg weight loss during the previous 6 months. The
physical examination was unremarkable and failed to
reveal jaundice, abdominal masses, or tenderness.
There was slight elevation of SGOT. alkaline phospha-
tase, and serum amylase; total bilirubin was in the
upper normal range. Radiography of the abdomen re-
vealed several small calcifications of the pancreas; the
liver-spleen scan was normal. The upper gastrointes-
tinal series showed a 5 x 3 cm filling defect extending
from the post-bulbar region to the junction between
the second and third parts of the lateral duodenum,
producing near total occlusion ofthe lumen (Fig. 1).
On ultrasound examination, the head ofthe pancreas
was slightly enlarged and contained a 5-cm fluid-filled
mass. This was interpreted as either a pseudocyst or,
possibly, a necrotic tumor. Our suspicion of a tumor
was reinforced when fiberoptic duodenoscopy revealed
a large, lobulated, soft tissue mass resembling a villous
adenoma or carcinoma of the lateral wall of the duo-
denum. However, biopsies showed only normal duo-
denal mucosa.
At laparotomy, the first and second parts of the
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FIG. 1. Upper gastrointestinal radiograph showing lateral duo-
denal mass.
duodenum were enlarged to twice normal diameter and
appeared to contain a rubbery, poorly defined mass
involving the lateral duodenal wall. Transluminal biop-
sies through an antral gastrotomy were performed to
avoid possible tumor spillage. Despite large biopsies,
only normal duodenal mucosa was seen. With the
probability of a neoplasm diminishing, trans-serosal
needle biopsies revealed the true nature of an intra-
mural duodenal pseudocyst of the pancreas. A formal
duodenotomy and incision into the cyst demonstrated
the communication of the intramural cyst with the
substance ofthe pancreas.
A duodenal diverticulization procedure and a cyst-
duodenostomy were performed. The patient recovered
fully and was discharged on the 11th postoperative day.
DISCUSSION
We believe our case represents a stage in the evolution
of an intramural pseudocyst just prior to its sponta-
neous internal drainage. This is a rare occurrence, since
Littman et al.([) found only three cases of pseudocyst

